the patients described, 19 had proved or probable aortic valve damage and 6 had mitral. In contrast, in a large series of necropsy cases of infective endocarditis, the mitral valve was found to be affected more often than the aortic (Lepeschkin 1952) .
Phase II antibodies to R. burneti may occur in chronic or acute rickettsial endocarditis, but Phase I antibodies are believed to be more specific for chronic infection and are usually present in Q fever endocarditis (Andrews & Marmion 1959 hyperglycemia initially (640 mg/100 ml), which may have been iatrogenic. The metabolic acidosis was soon found to be persistent and refractory to normal doses of HCO3 in spite of adequate rehydration and good urinary flow. She required up to 10 mmol/kg per day of oral HCO3 to maintain plasma HCO3 at 12-16 mmol/l., but after six months showed signs of diminishing need.
Developmental progress considered to be within normal limits. Height, weight and head circumference measurements show uninterrupted progress along 25th percentile since discharge at one month of age. Comment Rodriguez-Soriano et al. (1967) proposed the division of renal tubular acidosis into proximal and distal forms. In the proximal form urinary acidification (pH) and hydrogen ion excretion are normal below the plasma bicarbonate threshold, massive doses of bicarbonate are required (5-10 mmol/kg daily or more), and complications may be absent. The defect may be due to an abnormality in sodium reabsorption leading to secondary impairment of bicarbonate reabsorption (Rodriguez-Soriano 1971) . Such a defect may occur as an isolated or primary disease, or secondary to several other conditions. Using a different nomenclature Curtis Morris (1969) has extensively reviewed the causes of renal tubular acidosis, but associated lactic acidosis was not noted.
Extensive metabolic studies, particularly of organic acids, are still in progress on this child but her proximal tubular acidosis appears to be resolving spontaneously. This is more in keeping with a primary form of the disease, in which several children appear to have had a transient illness. However, the absence of hyperchlorwmia throughout, the presence of a prolonged lactic acidosis, and the unidentified anion to account for the anion gap (even allowing for lactate), all point towards this being a secondary proximal renal tubular acidosis.
